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There was no rejuvenating effect on old normal male rats with the doses of synthetic testicular hormone which were used.
In the organs of castrated animals testicular hormone caused a return towards normal of the changes produced by castration, increasing the weight of the prostate and of the seminal vesicles, the penis and the preputial glands and, in most animals, the thyroid and the liver; the speed of involution of the thymus was increased and the hypertrophy of the adrenals decreased, or returned to normal (synthetic hormone). These changes towards normal were corroborated by histological investigation. The injections also increased the weights of the kidneys and the heart (this latter more marked with synthetic hormone).
Injections of cestrone into castrated rats produced the following changes in the organs: An increase in the weight of the seminal vesicles and a very small increase in the weight of the prostate, in which glands histological investigation showed an increase in the smooth muscle; abnormal development of the fibrous tissue and metaplastic changes in the epithelium of the coagulating gland and of the dorsal part of the prostate; an increase in the already existent hypertrophv of the hypophysis and vacuolization of the liver cells.
Addition of cestrone to testicular hormone injections was followed by some increase in the effect of testicular hormone, chiefly on the seminal vesicles, while the effect typical of cestrone was shown in the liver cells and the change in weight of the hypophysis.
The pathological disturbance in the balance between cestrone and testicular hormone may be one of the causes of the hypertrophy of the prostate in elderly patients, since histologically there is no definite pathological change in the prostate of normal rats injected with cestrone, or in the prostate of castrated rats injected with testicular hormone simultaneously with cestrone, while considerable pathological changes are seen in the prostate of castrated rats injected with aestrone alone.
The results of experiments, both on castration and on injections of testicular hormone and of cestrone, show that these hormones are to be regarded not as sexual hormones only, but as hormones with manifold effects, other important functions and organs being influenced by them.
Microscopic Demonstration of Hypophyses of Rats, Normal, Castrated and after Injection of (Estrone or Synthetic Testicular Hormone By A. C. CROOKE, M.B., B.Ch., and V. KORENCHEVSKY, M.D.
[ABSTRACT]
A HISTOLOGICAL examination was made of the pituitary glands of 60 rats-51 males, of which 20 were castrated, and 9 ovariectomized 'females. Each litter, normal or operated, was divided into a control group and a group injected with cestrone (20 to 180 I.U. per day), or synthetic testicular hormone (0 9 to 1 -8 mgm. per day). Sections of pituitary glands were stained by Ehrlich's hematoxylin, followed by a modification of Mallory's acid fuchsin aniline blue.
(1) The histological changes produced in the pituitary glands by castration were in agreement with the most recent reports in the literature.
In the normal gland there were remarkably few basophil cells, whereas in the castrated rat they were larger and greatly increased in number. In addition the majority of these basophil cells contain one or more large vacuoles which in extreme cases form signet ring cells, compressing the nucleus against the cell membrane. The large vacuole in the " castration cell " was seen to contain a network of fine blue fibrils so that it appeared to be made up of a great number of small vacuoles.
(2) The injection of cestrone, even in big doses of 180 I.U., into normal male rats had no influence on the histological appearance of their hypophyses in spite of the increased weight of these glands.
(3) After cestrone injection into castrated male rats there was a return towards the normal histological appearance in the pituitary glands; the basophil cells were still large and greatly increased in number, but the castration cells" were almost absent.
In none of these glands could we recognize any changes in the acidophil or chromophobe cells.
(4) In ovariectomized females after large doses (180 I.U.) of cestrone, there was a return towards normal appearance in the pituitary glands, although it was less pronounced than in treated castrated males. No changes were noticed after injection of small doses (20 I.U.) of cestrone in ovariectomized females.
(5) No histological effect was produced in the pituitary glands by injection of synthetic testicular hormone (in the doses used) into castrated male rats. [March 12, 1935] DISCUSSION ON THE TREATMENT OF ANGINA PECTORIS Dr. T. F. Cotton: The treatment of angina is based on an orthodox, and what I believe to be a rational, conception of the pathology of this malady. Many hypotheses advanced in the past to explain the mechanism of anginal pain have been abandoned, and have been replaced by the conception that the cause of the pain is a problem of disordered coronary circulation and its consequences. The evidence which is now available shows that the origin of the pain is in the heart muscle, and is produced by a chemical stimulus which has accumulated in the tissues of the heart as a result of a reduced blood-flow in the coronary vessels. The contracting heart muscles, under conditions of insufficient blood-supply, are responsible for the pain; when the circulation is restored the heart muscle is supplied with sufficient aerated blood, the pain stimulus is no longer active, and a recovery takes place. There is good experimental evidence to support the hypothesis that the pain of angina is due to a relative myocardial ischBemia. The observations of Lewis and his co-workers on intermittent claudication support this theory of anginal pain. They have demonstrated beyond reasonable doubt that essentially the cause of the pain, its character and type, are the same in the two conditions. When the arteries of a limb are diseased, pain can be provoked by exercise more easily than in a limb with healthy arteries. A similar process takes place in heart muscle. In acute obstruction of a coronary vessel pain develops rapidly, it is continuous, and can be linked with an inadequate blood-supply to the heart muscle; the area involved is in a state of circulatory arrest. Lewis has clearly shown that in angina and intermittent claudication the relationship between pain and vascular changes is the same. He has proved that the pain of angina may be independent of a rise in blood-pressure, and can, in certain circumstances, be closely linked with an increase in the pulse-rate; that the pain is more easily provoked in cold weather and on a windy day, because the patient walks faster and makes a greater effort. The pain after a heavy meal is not due to a loaded stomach, but is caused by an increase in the blood-flow in the abdominal vessels as an aid in the process of digestion. It is clear, from the investigations in his laboratory, that the anaemic patient is a potential anginal subject; that pain,
